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Effects of IL-23 on proliferation and invasion of B16 melanoma cells
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Abstract Objective: To investigate the effects of interlukin-23  (IL-23) on the proliferation and invasion of mouse B16F10 melanoma
cells. Methods: Mouse B16 melanoma cells were cultured in vitro. Cells in research were treated with and without a certain—concentration
IL-23 respectively. The proliferation of B16 cells was determined by MTT. And the invasion of B16 cells was detected by Transwell
experiment. The expression activities of MMP-2 and MMP -9 were analyzed by Gelatin Zymography and NF -kB phosphorylated P65
expression was measured by Western blot. Results: The growth rate of B16 cells treated with IL-23 did not show significant change (P>0.05)
compared with the control group. Matrigel invasion assay revealed that addition of IL-23 to B16 cells significantly enhanced its invasive
properties (P<0.01), and Gelatin Zymography analysis showed that the MMP-9 activity of B16F10 cells was significantly increased by 1L-23
(P<0.01). IL-23 induced an increased NF-kB phosphorylated P65 expression in B16 cells. Conclusion: 1L -23 brings no effect on
proliferation of B16F10 cells but can promote invasion which is associated with the increased MMP -9 activities, and this process is
correlated with NF—kB signal pathway activation.
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Fig1 The effect of IL-23 on proliferation ability of B16 cells
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Fig 2 Effects of IL-23 on MMP-9 and MMP-2 expression activities of B16 cells
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